. Upper gastrointestinal endoscopic finding shows grade B reflux esophagitis.
A 62-year-old woman underwent an upper gastrointestinal endoscopy as part of her routine medical check-up in January 2010, when grade B reflux esophagitis was identified (Fig. 1) . However, she did not complain any reflux symptoms, and the score by the frequency scale for symptoms of gastroesophageal reflux disease 1 was 0, thus she was diagnosed as "asymptomatic esophagitis (AE)". 2 An acid perfusion test was performed and analyzed according to Fass's method. 3 Acid perfusion sensitivity score (APSS) was calculated from the duration of typical symptom perception (T) and sensory intensity rating at the end of the acid perfusion (I) is as follows; APSS = I × T/100 (cm × sec/100). Her APSS showed zero points because both T and I were 0, which was lower than that of the healthy controls in our hospital (24.2 ± 24.0). Next, a Barostat test was performed based on modified Yang's method, 4 in which the balloon expanded 10 cm above the lower esophageal sphincter according to the ramp distension protocol (2 mmHg/15 sec) (Fig. 2 ). Her initial perception threshold which means the minimum value at which the patient first perceive the stimulus was 42 mmHg, and the pain threshold, namely the minimum value at which the patient first describe the stimulus as painful, was over 60 mmHg, both of which were higher than those of the healthy controls in our hospital (24.5 ± 10.4 mmHg for initial perception threshold and 41.9 ± 9.6 mmHg for pain threshold, respectively). Recent studies on AE from Japan and China showed that prevalence of the disease varied from 12.0% to 58.8% of patients with RE including grade M (minimal change), A or B of reflux esophagitis. One of the reasons for this variation may depend on the differences in definition of reflux symptoms and the population studied. Although male gender, lower body mass index, drinking and smoking are considered to be significantly and independently associated with AE, its pathogenesis remains controversial. Actually, patients with AE may be hyposensitive to reflux of acid in their esophagus. However, very little is known whether peripheral hyposensitivity, central hyposensitivity or the transient receptor potential vanilloid 1 is involved in the development of AE. 5 Our case suggests that esophageal hyposensitivity to acid and mechanical stimulus may be associated with the pathophysiology of AE.
